Abstract. Seven families, ascertained through probands with undetectable levels of thyroxine binding globulin (TBG) were studied from clinical and genetic points of view. The blood levels of TBG, thyroxine binding prealbumin (TBPA), thyroid-stimulating hormone (TSH), triiodothyronine (T3), and thyroxine (T4) were determined in altogether 128 family members. The concentration of free thyroxine (FT4) 
15)
were found to have total TBG deficiency. Their TSH levels were within normal range and they did not show any clinical symptoms of thyroid dysfunction. The mothers and daughters of the affected men had significantly lower TBG levels than control women. Segregation analysis performed on 46 nuclear families showed significant evidence for an X-linked additive mode of transmission and an additional multifactorial component with heritability 0.47. Familiar TBG-deficiency shows an X-linked mode of transmission and the mechanism has been as¬ sumed to be a single factor inheritance (Refetoff et al. 1972 ). However, it has also been proposed that TBG-deficiency might be a polygenic trait (Rivas et al. 1971) . The aim of this study was to characterize the major locus in terms of gene frequency, dis¬ placement and incomplete dominance and to search for residual family resemblance due to multifactorial inheritance.
The clinical importance of total TBG-deficiency is still unclear although there does not seem to be an association between this defect and disturbances in the thyroid function. Relatively few such studies have been carried out. In the present study the clinical aspects of total TBG-deficiency were studied in probands and their family members with total TBG-deficiency with respect to the possibility of an increased morbidity among these affected individuals.
Materials and Methods
Seven unrelated subjects with undetectable levels of TBG were ascertained among patients referred to (Laurell 1972 Pettersson & Carlström (1979 (Table 3) and two men ( (Fig. 1, 1-7 ) the TBG-deficiency was inherited as an X-linked codominant gene. The strongest evidence for this con¬ clusion was the abscence of man to man transmis¬ sion of total TBG-deficiency.
The results of the segregation analysis is pre- 
